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A 59 year-old woman presented for abdonninal pain, 
fatigue and decreased urine output. Eight nnonths before 
she underwent a hysterectonny with bilateral salpingo- 
oophorectonny for a uterine leionnyosarconna but was 
diagnosed 6 nnonths later with local recurrence. She 
refused radiotherapy and palliative chennotherapy but 
rather preferred alternative treatnnent with oral high-dose 
vitannin C. Acute renal failure (ARF) was diagnosed (creati- 
nine 166 versus 48 unnol/L 2 nnonths before) and urinalysis 
revealed abundant calciunn oxalate. Abdonninal scan did 
not reveal renal obstruction. Renal biopsy showed exten- 
sive tubular calciunn oxalate crystal deposition with sonne 
degree of acute tubular injury and nnild interstitial inflann- 
nnation with eosinophils (Figures 1 and 2). She denied any 
ethylene glycol ingestion and she was not known for 
bypass surgery or nnalabsorption. Hennodialysis treatnnents 
were initiated to increase creatinine and for hypervolennia 
but unfortunately, her condition slowly deteriorated. After 
3 weeks of hennodialysis, the patient's renal function has 
not recovered and she was finally transferred to palliative 
care unit. Oxalate nephropathy is nnostly seen with 
ethylene glycol intoxication, nnalabsorption or in prinnary 



Fig. 1. Intra-tubular deposition of calcium oxalate crystals (white arrows) 
and acute tubular injury in adjacent tubules. H&E x20. 


hyperoxaluria. Vitannin C is nnetabolized into oxalate and 
can induce ARF by precipitation of calciunn oxalate in renal 
tubules when excessive dose is taken. The patient reported 
that she was taking over 4 g of vitannin C daily during 30 
consecutive days. Our case connbined to recently published 
papers [1-3] underline the innportance for clinicians to in- 
crease their awareness about this potential but easily pre- 
ventable connplication in patients taking high-dose vitannin 
C as alternative treatnnent. 
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Fig. 2. Birefringent calcium oxalate crystals under polarized light. H&E x20. 
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